Nicotine has long been characterized as having two phases of action on the heart, initially negative and subsequently positive chronotropic and inotropic effects. The nicotine-induced inhibition has been generally assumed to be due to activation of the nicotinic receptors on the cardiac ganglion cells that fires the axons, liberates acetylcholine (ACh) and eventually inhibits atrial contractions (Giotti, 1954; Leaders and Long, 1962; Chiang and Leaders, 1965; Khan et al. 1965; Long and Gross, 1966; Chiang and Leaders, 1968) . Odawara and Nishi (1980) have shown, however, that the nicotine-induced inhibition of the isolated guinea-pig atrium can occur after blockade of the nerve conduction by tetrodotoxin.
They reported that the axon terminals of cardiac ganglion cells are endowed with nicotinic recep- elicited by focal stimulation.
When the fast EPSP was elicited at a hyperpolarized level (e. g., -80 mV) of membrane potential, a hump was observed on the falling phase of the EPSP near its peak. Thus, the falling phase had an -initial fast decay phase (time constant, 5 to 8 msec), a hump and a slow decay phase (time constant, approximately 15 msec). Propranolol (5-10 1aM) eliminated the hump and the slow decay phase, leaving only the fast phase. It might be anticipated that the hump and the slow decay phase of the fast EPSP are produced by activation of the extrasynaptic receptors by the liberated ACh, and that the short-lasting EPSP remaining in the presence of propranolol is generated by activation of the subsynaptic receptors. 
